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Chronic inflammation is a potentially important pathway through which psychosocial stressors increase risk for cardiovascular disease. However, prior research on stress and inflammation has been conducted almost exclusively in high income, industrialized populations with low levels of infectious disease. In this study we test the hypothesis that psychosocial stressors are associated with elevated concentrations of C-reactive protein (CRP) among young adults in the Philippines (n = 1622), who have grown up in an ecological and epidemiological setting that differs substantially from that of the US. In addition, we apply a developmental, ecological perspective to consider whether microbial and nutritional environments in infancy alter patterns of association between stressors and CRP. Data come from the Cebu Longitudinal Health and Nutrition Survey, a prospective cohort study that began collecting data in 1983-1984 when participants were in utero. A series of regression models indicate trends toward significant interactions between perceived stress and environmental factors in infancy, including exposure to animal feces, season of birth, and birth weight. Parental absence in childhood was a significant predictor of CRP in adulthood in interaction with exposure to animal feces in infancy. Positive associations between stressors and CRP were only evident for individuals with lower levels of microbial exposure in infancy, or lower birth weight. These results suggest that early environments influence the development of inflammatory phenotypes in ways that moderate sensitivity to psychosocial stressors in adulthood, and they underscore the value of a comparative, developmental approach to research on social environments, inflammation, and disease.
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Introduction
Inflammation plays a central role in innate immune defenses against infectious disease (Kumar and Clermont, 2004) , but recent research has focused on the role of chronic, low-grade inflammatory processes in the pathophysiology of a wide range of chronic degenerative diseases (Libby et al., 2002; Pearson et al., 2003) . In particular, elevated concentrations of C-reactive protein (CRP) have been consistently associated with increased risk for cardiovascular disease (Ridker et al., 1998) , type II diabetes (Pradhan et al., 2001 ), late-life disability (Kuo et al., 2006) , and mortality (Harris et al., 1999; Jenny et al., 2007) . A parallel line of research has demonstrated that psychosocial stressors are positively associated with inflammation (Lutgendorf et al., 1999; Maes et al., 1999; Owen et al., 2003; McDade et al., 2006; Miller et al., 2009a,b; Kiecolt-Glaser et al., 2010) , pointing toward inflammation as a potentially important pathway through which psychosocial environments shape risk for cardiovascular disease, and other diseases of aging (Black, 2002; Steptoe et al., 2007) .
Relatively few studies have pursued a developmental, life course approach to evaluating the long-term effects of early psychosocial stressors on inflammation, with a few notable exceptions. Maltreatment and social isolation in childhood have been associated with elevated CRP in young adults in New Zealand (Danese et al., 2007) , while harsh family environments and socioeconomic adversity early in life predict elevated CRP and enhanced inflammatory responses to challenge in the US and Canada (Taylor et al., 2006; Miller et al., 2009a,b; Miller and Chen, 2010) .
A limitation of current research on stress, inflammation, and disease is that it has focused almost exclusively on individuals living in affluent, industrialized settings where the epidemiologic environment is defined by low prevalence of infectious diseases and high prevalence of chronic degenerative diseases of aging. Yet threefourths of the world's deaths from coronary heart disease now occur in lower and middle income nations (Gaziano et al., 2010) .
